The coronary arteries of young individuals ranging from fetuses to young adults were studied. Sclerotic lesions were not demonstrated in the coronary arteries of fetuses. In infants the early stages of arteriosclerosis were frequently present and consisted of rupture, degeneration and regeneration of the internal elastic membrane, deposition of mucopolysaccharide, and proliferation of endothelial cells and fibroblasts. These alterations were most prominent in infants of 3 to 4 months. In 
IN A previous study of the coronary arteries it was observed that many different pathologic processes participated in the development of arteriosclerosis and that these processes had an orderly sequence of evolution.' The earliest pathologic lesions were deposition of mucopolysaccharide in the intima, rupture and degeneration of elastic tissue, and proliferation of subendothelial fibroblasts; these were followed by regeneration of elastic tissue and formation of collagen fibers in plaques; the later stages were characterized by deposition of lipid and cholesterol, hyaline degeneration of fibrous connective tissue, calcification, intramural hemorrhage, and thrombosis. The purpose of the present study is to determine the nature and frequency of pathologic processes in the coronary arteries of young individuals. MATERIALS 
RESULTS
Fetuses. The coronary arteries of fetuses were the only ones in which no pathologic processes were observed ( fig. 1A) . The intima consisted of a single layer of endothelial cells lying directly on the internal elastic membrane. The internal elastic membrane was a prominent band of homogeneous refractile material lying between the endothelium and smooth muscle and was essentially a continuous tube with longitudinal corrugations. The medial coat of smooth muscle cells was relatively delicate; within it very fine elastic fibrillae were present. The tunica adventitia was an indistinctly defined layer of collagenous connective tissue and some elastic fibers.
In the coronary arteries of 2 individuals, 4 to 6 weeks premature, rupture of the internal elastic membrane was observed. However, there was no reduplication or fraying of the internal elastic membrane; nor was there proliferation of endothelial cells or fibroblasts adjacent to the site of rupture of the elastic tissue.
Infants. Lesions of the proximal segments of the coronary arteries could be demonstrated in most individuals. The earliest alteration was rupture and degeneration of the internal elastic membrane. The altered segment of elastic tissue was characterized by beading, fraying, or complete disruption ( fig. 2A, 2B ). Small bundles of smooth muscle and fragmented elastic fibrillae were closely associated in the formation of the musculoelastic layer occupy- In children 2 to 10 years of age the abnormalities noted in the intima were essentially similar to those observed in infants ( fig. 2G ). There were fibrous plaques as well as diffuse thickening of the intima. The internal elastic membrane was frequently ruptured and reduplicated, and mucopolysaccharide was present in varying amounts. Lipid droplets were occasionally present in these areas. Small amounts of collagen were present. However, in these individuals the sclerotic changes of the intima were relatively less than those in the young infants; the intima was usually thinner than the media.
In the older group, namely 10 Our observations indicate that rupture and degeneration of the internal elastic membrane are the earliest demonstrable morphologic alterations. This is followed by deposition of acid mucopolysaccharide, fibroblastic proliferation, and regeneration of elastic tissue. It seems reasonable to assume that these morphologic alterations represent essentially a reaction of the vessel to an injury, e.g., intravascular tension greater than the tensile strength of the vessel wall. The proliferation of endothelial cells over early lesions may be interpreted as a part of this phenomenon. The deposition of acid mucopolysaccharide is considered to be a manifestation of fibroblastic activity. Support for this view is provided by the work of Gross- feld, 1\leyer, and Godman,14 who have shown that fibroblasts in tissue culture produce hyaluronic acid. Thus, it seems reasonable to regard the early phases of the arteriosclerotic process that are already established at birth as actually a manifestation of a generalized and basic mechanism of tissue reaction to injury. This concept necessarily implicates in the development of arteriosclerosis the many factors that may influence the reaction of connective tissues to injury. The absence of the later phases of hyalinization of plaques, accumulation of large amounts of lipid, and calcification is noteworthy in young individuals.
These later stages may well be a function of the aging process. The presence of lipid in some degenerating segments of elastic tissue suggests that the appearance of lipid and degeneration of elastic tissue are closely interrelated.
The absence of lesions of the internal elastic membrane and of the intima in fetuses up to the age of 8 SUMMARY No lesions of the internal elastic membrane or intima were demonstrated in the coronary arteries of fetuses 33 to 9 months of age.
The early stages of the arteriosclerotic lesion were frequently present in infants. Rupture and fragmentation of the internal elastic membrane were observed in newborn infants. This was associated with deposition of acid mucopolysaccharide, fibroblastic proliferation and, occasionally, endothelial proliferation. These processes were followed by regeneration of the internal elastic membrane. In many instances, these processes had apparently occurred repeatedly. Iste processes de degeneration e regeneration del interne membrana elastic, de deposition de mucopolysaccharido, e di fibrosis intimal in le arterias coronari de infantes e juveniles es identic con le nonlipidic phases initial de arteriosclerosis in adultos.
